The vascular reactivities to injected angiotensin 11 and D,L-norepinephrine have been compared before and during the administration of spironolactone , hydrochlorothiazide and potassium chloride . The vascular reactivity was increased by spironolactone or potassium chloride , while it was decreased by chlorothiazide.
The vascular reactivities to injected angiotensin 11 and D,L-norepinephrine have been compared before and during the administration of spironolactone , hydrochlorothiazide and potassium chloride . The vascular reactivity was increased by spironolactone or potassium chloride , while it was decreased by chlorothiazide.
The changes of vascular reactivity paralleled the concentration of potassium in serum. The initial level of blood pressure did not influence the response to pressor substances.
These findings support the view that the extracellular distribution of potassium is causally involved in the maintenance of vascular tone.
The pressor effect of norepinephrine is greater in hypertensive than in normotensive patients.1,2 A similar increase in the responsiveness to norepinephrine has been observed in hypertension in laboratory animals. [3] [4] [5] In 1952 Raab and his colleagues' reported that a low-sodium diet weakened or even abolished the increased reactivity to norepinephrine in hypertensive subjects, and they suggested that the observed effect might be due to the sodium loss from the arteriolar walls.
Both spironolactone and chlorothiazide combine a hypotensive action with marked natriuretic effect. However, potassium excretion is increased by chlorothiazide, while it is decreased by spironolactone. Namely, spironolactone has a different effect from that of chlorothiazide on potassium metabolism. Accordingly, we thought it valuable to compare the changes of vascular reactivity to vasopressor substances caused by ehlorothiazide, spironolactone and potassium chloride, and to study the relationship between the vascular reactivity and potassium concentration in extracellular space. et al. with a depletion in serum potassium (p<0.005) and in vascular reactivity to vasopressor substances (angiotensin 0.05<p<0.1, norepinephrine 0.02<p<0.05). The depletion in vascular reactivity was more significant to norepinephrine-than to angiotensin-infusion (Fig. 2) . No changes in serum sodium and in hematocrit were observed by hydrochlorothiazide administration (Table II) . As Fig. 3 illustrates, the administration of potassium chloride was found to lead to a rise of the vascular reactivity (angiotensin 0.02<p<0.05, norepinephrine p<0.001) and of serum potassium. No significant change from the control values was noted in serum sodium and blood pressure during the treatment. Potassium chloride The authors are indebted to Dr. Franz Gross of Ciba Limited, Basel, for the generous supply of angiotensin, and to Prof. T. Torikai for his continuous leadership throughout this study.
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